SUMMARY A disinhibition syndrome affecting speech (with logorrhoea, delirium, jokes, laughs, inappropriate comments, extraordinary confabulations), was the main manifestation of a rightsided thalamic infarct involving the dorsomedian nucleus, intralaminar nuclei and medial part of the ventral lateral nucleus. Resolution of conflicting tasks was severely impaired, suggesting frontal lobe dysfunction. These abnormalities correlated with the finding on SPECT of a marked hypoperfusion in the overlying hemisphere predominating in the frontal region. We suggest that this behavioural syndrome was produced by disconnecting the dorsomedian nucleus from the frontal lobe and limbic system. Unilateral non-haemorrhagic infarcts limited to the non-dominant thalamus are uncommon. Moreover, they may be missed, because they may give rise to non-focal disturbances, such as impairment of consciousness, acute confusional state, or apathy, without major focal neurological or neuropsychological findings. We report a patient with a right thalamic infarct, whose main disturbance was a disinhibition syndrome mainly affecting speech, which mimicked an acute manic delirium. The findings of a marked hypofusion in the overlying hemisphere predominating in the frontal region suggested a cortical deafferentiation due to the thalamic lesion.
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Unilateral non-haemorrhagic infarcts limited to the non-dominant thalamus are uncommon. Moreover, they may be missed, because they may give rise to non-focal disturbances, such as impairment of consciousness, acute confusional state, or apathy, without major focal neurological or neuropsychological findings. We report a patient with a right thalamic infarct, whose main disturbance was a disinhibition syndrome mainly affecting speech, which mimicked an acute manic delirium. The findings of a marked hypofusion in the overlying hemisphere predominating in the frontal region suggested a cortical deafferentiation due to the thalamic lesion.
Case report A 72 year old right-handed housewife was admitted to hospital after she suddenly became somnolent. She never smoked and was not known to be hypertensive. She had no past history of psychiatric illness or stroke. The morning of admission, she was found by her husband on the floor of the bathroom, somnolent and confused. On examination the same day, she was drowsy but easily arousable; she was disoriented in time and place. Blood pressure was 150/90 mm slightly limited (200), but the remainder of the cranial nerves were normal. In the limbs, the strength, tone and tendon reflexes were symmetrical and normal. The plantar reflexes were flexor. Tactile, pain, temperature, vibratory and postural sensation was normal. Coordination was normal in all limbs, but the gait was not tested. General examination showed no abnormality. From the day following admission, the patient was not drowsy, but she was still disoriented. She collaborated well with the examiner, but showed spectacular behavioural changes. She remained lying on her bed or sitting on a chair, with constant smiling and inappropriate laughing. Her speech was not dysphasic but she showed a marked logorrhoea, with constant switch from one idea to another. She could start a conversation adequately but, immediately afterwards, her talk became interrupted by inappropriate and fantastic stories: "this morning I had a fight with my honey pancakes, because somebody tried to put a chicken into my stomach; thus I vomited many times my liver"; "my husband had his heart taken out of his chest and thrown into the garbage"; "my prince will be coming this afternoon and he will bring me jewels, so that I can go to Yugoslavia with my husband, my daughter-in-law and the patient in the bed next to me"; "I do not want to be examined by you with your big blue face, your nose is horrible". She also gave nicknames to the staff; for instance, her doctor was "Saint Niklaus" and one of the nurses "Mercury". When the patient next to her was being examined, she made comments and jokes aloud, answering herself the questions put to the other patient. This inappropriate speech could well be transiently inhibited if the examiner asked her Manic delirium andfrontal-like syndrome with paramedian infarction of the right thalamus to be serious and to concentrate, but after a few seconds, the patient again started to laugh and made inappropriate comments. This disinhibited speech contrasted with her behavioural lack of spontaneity: the patient usually stayed in bed or on a chair, without any drive to initiate goal-directed actions. No useful behaviour was observed. Neuropsychological testing showed normal naming,' repetition,' comprehension,2 reading,' writing,' facial recognition, ' Poppelreuter,' topographic orientation on maps,' cube drawing. Copy of the Rey-Osterrieth figure4 showed decreased precision in the left part of the figure. Bogousslavsky, Ferrazzini, Regli, Assal, Tanabe, Delaloye-Bischof a clinico-anatomic study (necropsy: 12; CT: 5) in the literature. [12] [13] [14] [15] [16] [17] [18] [19] [20] [21] [22] [23] [24] [25] [26] In the early clinico-pathologic reports, no behavioural or neuropsychological disturbances were mentioned, and there is only one necropsy case with a detailed neuropsychological examination."
One of the main problems arising when trying to analyse these clinico-pathologic reports is the universal presence of associated lesions. Although small lesions later revealed by necropsy or MRI may be missed on CT, large infarcts similar to those found in the necropsied cases were reliably excluded.
Overall, four types of neuropsychological dysfunction were reported in those patients with a right thalamic infarct: hemineglect, 19 21 which may be associated with anosognosia and asomatognosia, mimicking a parietal lobe dysfunction,2' impaired memory for non-verbal material,23 26 apathy and disinterest, with lack of initiative and often anosognosia,20 24 acute confusional state.25 These abnormalities usually coexisted,20 24 26 but each may be the sole or predominant dysfunction.20 25 23 25 A manic-like state was not reported.
In many ways, our patient looked very much like patients with extensive medial right prefrontal damage,7 27 who show speech (less often behavioural) disinhibition, with "fuite des idees" and loss of selectivity of the mental processes.7 As in such lesions and in lesions involving the dorsolateral part of the prefrontal region,27 28 30 Frontal lobe signs on testing were present in the patient reported by Speedie and Heilman,23 who had involvement of the dorsomedian nucleus on CT. These authors emphasised the involvement of the connections between the magnocellular part of the dorsomedian nucleus and the frontal lobe. In fact, experimental lesions of the internal part of the dorsomedian nucleus in the rat may produce a "frontal lobe syndrome", with disinhibition, loss of selectivity, and perseverations.3' With respect to dorsomedian nucleus-frontal lobe connections, it must be emphasised that in our patient, SPECT showed a marked decrease of cerebral blood flow not only in the right thalamic region, but also in the overlying hemisphere, mainly in the frontal region. One previously reported patient with a paramedian right thalamic infarct and apathy, lack of initiative and irritability had a significant decrease of CBF and metabolism in the ipsilateral frontal lobe on PET.26 Baron et a132 reported cortical hypometabolism on PET in nine of 10 patients with ipsilateral thalamic vascular lesions, suggesting cortical deafferentiation; no cortical hypometabolism was found in another patient, who was the only one of the 10 not to have neuropsychological dysfunction. These findings must be interpreted with caution, as diaschisis does not always have a clinical counterpart. However, it is possible that the lesion of the dorsomedian nucleus in our patient was responsible for dysfunction of the ipsilateral frontal lobe, with the subsequent production of a frontal-like syndrome. Involvement of the connections between the dorsomedian nucleus and the amygdala and other parts of the limbic system33 34 may also have played a role in the genesis of the disinhibiting syndrome.
